TRICUSPID stenosis is a surprisingly common lesion, and indeed has been found at autopsy in approximately 5 to 10% of all patients with rheumatic heart disease. [1] [2] [3] [4] Although the degree of tricuspid valve narrowing was considered to be inconsequential in the majority of these reported cases, nevertheless a considerable number of patients showed obvious hemodynamically significant tricuspid stenosis which had not been suspected during life.
With the advent of cardiac surgery, the detection of tricuspid stenosis has become extremely important, for not only are adequate means of dealing with tricuspid valve disease now available, but the failure to recognize and correct associated tricuspid stenosis has occasionally been responsible for the failure of patients to improve after surgery for leftsided lesions." 5 Cardiac enlargement was found in every patient although a marked degree of enlargement was observed in only three. In general, changes secondary to the left-sided lesions dominated the radiographic picture in all except one patient (E.M.) in whom gross right atrial enlargement was the most prominent finding. Mild-to-moderate bulging of the lower right cardiac border suggested right atrial enlargement in the other nine patients. No calcification in the region of the tricuspid valve was ever detected.
Associated Lesions
All ten patients had severe mitral stenosis. Other lesions consisted of mitral regurgitation in two, severe aortic stenosis in five, and significant aortic regurgitation in one patient.
Cardiac Catheterization Findings
The pertinent results are summarized in (2) The characteristic large, and occasionally giant, A waves in the neck veins and right atrium of patients with tricuspid stenosis are lost after the onset of atrial fibrillation. The resultant venous wave form, although frequently abnormal, is of diagnostic help only if a slow Y descent can be demonstrated. The problem may be further complicated by the distortion of the venous pulse by large V waves secondary to associated tricuspid regurgitation. (3) The cardiac output is usually considerably reduced and the mean diastolic gradient is correspondingly small despite the presence of severe tricuspid stenosis. The resulting murmur is of low intensity, maximal in early diastole when the gradient is the largest, and may be obscured by the murmur of mitral stenosis. Such small pressure differences are difficult to detect on routine pullback tracings across the tricuspid valve. This difficulty is enhanced by the rise and fall of intracardiac filling pressures during the respiratory cycle and by the marked variability of these pressures in the presence of atrial fibrillation. 
Summary
The present report concerns ten patients with significant tricuspid stenosis and atrial fibrillation. The diagnosis could be made clinically in only two patients and by pullback record from right ventricle to right atrium in three, including the two mentioned previously. Careful hemodynamic assessment of tricuspid valve function by using simultaneously recorded right atrial and right ventricular pressures resulted in the detection of significant tricuspid stenosis in the nine patients on whom these measurements were made. The influence of atrial fibrillation and respiration on the tricuspid gradient and the role of exercise and amyl nitrite in augmenting barely detectable resting gradients are demonstrated. 
